a memory is reactivated, it becomes susceptible to disruption by protein synthesis inhibitors. However, the risk of losing a memory every time it is recalled seems to be highly disadvantageous. An alternative explanation for these results is that the recalled memories being To determine whether this inhibition was specific to a new hypothesis, which proposes that stored memories reactivated memories rather than being related to the are not indefinitely stable; to the contrary, whenever consolidation process per se or to nonspecific effects, recalled, memories become labile and need to undergo groups of rats received anisomycin at the same times a protein synthesis-dependent reconsolidation in order after training (2 or 7 days) in the absence of test one. 
Figure 1. Anisomycin-Induced Amnesia following Inhibitory Avoidance (IA) Reactivation Is Temporally Graded
IA training was administered. Latency to enter the shock chamber was taken as a measure of acquisition (Acq). Retention, which recalled the memory, was performed by returning the rat to training context and measuring the latency (in seconds, [s] ) to enter the dark chamber. Memory was recalled (test one) at 2 days (A), 7 days (B), 14 days (C), and 28 days (D) after training. Subcutaneous injections of anisomycin or vehicle (saline) were delivered immediately following test one. Memory was retested 2 days later (test two). (A) IA memory reactivated 2 days after training was significantly impaired (**p Ͻ 0.001) by anisomycin (n ϭ 15) compared to vehicle controls (n ϭ 8) at test two; anisomycin injection at the same time without reactivation (n ϭ 10) had no effect. (B) IA memory reactivated 7 days after training was significantly impaired by anisomycin (*p Ͻ 0.05) at test two (n ϭ 11) compared to vehicleinjected controls (n ϭ 8); anisomycin injection without reactivation showed no effect (n ϭ 8). (C) IA memory reactivated 14 days after training was not affected by anisomycin (n ϭ 9) compared to vehicle-injected controls (n ϭ 8) at test two. (D) IA memory reactivated 28 days after training was not affected by anisomycin (n ϭ 10) compared to vehicle-injected controls (n ϭ 10) at the time of test two. Finally, posthoc tests revealed that the latencies of anisomycin-treated rats that underwent memory reactivation at 2 and 7 days posttraining were significantly different from those that received reactivation at 14 (p Ͻ These results appear to be in disagreement with the apses increases until it reaches a plateau. One could speculate that when a memory is reactivated, a given findings of Nader et al. (2000a), who showed that the requirement for protein synthesis (within the amygdala) number of the same newly formed synapses is reengaged and, therefore, destabilized and reorganized in lasts much longer. These authors, using classical auditory conditioning, reported that memories reactivated order to incorporate the new information. As a result, if memory reactivation occurs soon after training, it can 2 weeks after training were disrupted by posttesting injection of anisomycin into the amygdala. The discreppotentially destabilize a large part (perhaps most) of the new synapses. On the other hand, if reactivation occurs ancies between this and our findings may be due to the different experimental conditions used (e.g., amygdala later, the proportion of the synapses that will be reorganized will decrease. Hence, over time, the vulnerability versus systemic injection, different learning tasks); however, it is also possible that different tasks have different of that memory will progressively diminish. Another hypothesis to consider is that the initial phase temporal requirements for protein synthesis after reactivation. Further studies should clarify this aspect.
of both consolidation and reorganization after reactivation may physically share a process of encoding; the In addition, it is still unclear whether memory reactivation induces a protein synthesis-dependent process former because it encodes new memory traces, and the latter because, as suggested by Nadel and Land ( 
